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European Neurological Society Meeting

7-11 June, 2008; Nice, France.

European Neurological Society meeting,

which was held in Nice (France) on June
7-11, included six symposia devoted to impor-
tant topics. The Presidential symposium cov-
ered disorders of consciousness, with talks by
prominent researchers, including Gustave
Moonen (Liege, Be) on differentiation of vege-
tative state from minimally conscious state and
the classical locked in syndrome in which pain
and emotional perceptions are preserved. In
this symposium, Brain-computer interfaces in
the locked-in syndrome, Doctor A Kubler,
exposed the remarkable work on voluntary reg-
ulation of neuro-electrical activity or brain
activity as a response to sensory stimulation
which is used to control cursor movements or
switches on a computer. Such technology is
aimed at restoring communication in the
locked-in syndrome. The second symposium
focused on Behavioural disorders and demen-
tia, which represent an increasing health prob-
lem worldwide. Dr Cappa reported on behav-
ioural changes in synucleinopathies. Such man-
ifestations include executive dysfunction, which
reflect the pathological involvement of fronto-
subcortical mechanisms rather than the specif-
ic mechanism of disease. Depression or agita-
tion may be due to environmental interactions,
or represent side effects of symptomatic phar-
macological treatments. Some features of cog-
nitive and behavioural dysfunction may be rel-
atively specific for the synucleinopathies. In the
case of Parkinson’s disease (PD), depression is
an important clinical issue, which may be more
frequent in this disorder than in other neurode-
generative disorders, reflecting the complex
combination of neurotransmitter abnormali-
ties, involving dopamine, serotonin and norep-
inephrine. Another clinically important aspect
in the management of PD is impulse control
disorders, such as pathological gambling and
hypersexuality, and which appear to be related
to dopaminergic medication. It has been pro-
posed that a form of parasomnia (REM sleep
behaviour disorder) may be a relatively specific
behavioural marker of the synucleinopathies.

E Scarpini and D Galimberti reported on
mutations in the progranulin gene associated
with highly variable clinical phenotypes,
including progressive supranuclear palsy and
corticobasal degeneration syndrome. They sug-
gested that unidentified environmental and
genetic factors produce considerable phenotyp-
ic variability in patients carrying the same
mutations.

In the symposium on autoimmune disorders
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of the nervous system, Professor Angela Vincent
discussed myasthenia gravis (MG), in which
thymoma occurs in up to 10% of patients,
mostly presenting between the ages of 30 and 60
years. Ocular MG occurs in about 20% of
patients, and only 50% of these have acetyl-
choline receptor (AChR) antibodies. About 10%
to 15% of all patients with MG and generalised
symptoms do not have anti-AChR antibodies
detectable by radioimmunoprecipitation test. A
proportion of patients without AChR antibod-
ies have antibodies to MuSK which is a receptor
tyrosine kinase restricted to the neuromuscular
junction in mature muscle. Interestingly, the
prevalence of MuSK antibodies among patients
without AChR antibodies is highly variable
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between different centres around the world,
suggesting a possible environmental interaction.
MuSK antibodies are mainly IgG4 class, and are
almost never found in patients with AChR anti-
bodies or with thymoma. The distinctive fea-
tures of MuSK-MG comprise marked ocular,
bulbar, neck or respiratory symptoms and, in
contrast to AChR-MG, the patients may have
normal electrophysiology in limb muscles with
evidence of neuromuscular defects in facial
muscles. They respond to immunosuppression
with prednisolone and azathioprine but alterna-
tive immunosuppressive treatments are often
required. Two other autoimmune diseases of the
neuromuscular junction, the Lambert Eaton
myasthenic syndrome (LEMS) and acquired
neuromyotonia, are associated with antibodies
to voltage-gated calcium and potassium chan-
nels, respectively. In LEMS the antibodies are
found equally in cases with or without small cell
lung cancer (or rarely other tumours) but those
with cancer may also develop cerebellar ataxia.
The peripheral symptoms tend to improve with
treatment whereas the central symptoms rarely
show a good response. About 20% of cases of
acquired neuromyotonia are associated with
thymoma and/or myasthenia. Most patients
may be managed with anti-epileptic drugs and
do not need immunosuppression.

Another symposium focused on the much
debated treatment of multiple sclerosis, espe-
cially when to start disease-modifying treat-
ment and which treatment. The issues of early
treatment of MS patients were summarised by
Professor Compston (Cambridge, UK). The
results of clinical trials support the hypothesis
that inflammation is necessary for new lesion
formation and leads to axon degeneration. The
implication is that immunological therapies
will best prevent sustained accumulation of dis-
ability and disease progression if given early in
the course and before the cascade of events
leading to axon degeneration is irretrievably
established. This may explain the present limi-
tations of immunotherapy in patients with sec-
ondary progressive multiple sclerosis. But it
raises the dilemma of exposing individuals who
may never develop disability from multiple
sclerosis to the unpredictable hazards of pro-
longed immunosuppression.

Besides these symposia, 887 free papers were
presented. The courses were enthusiastically
followed by an ever-growing number of neurol-
ogists in training.

Professor Gérard Said, FRCP,
Secretary General of the ENS.
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